These remarks will be best introduced by notes 
One morbid change there is that is seen in the heart in all three diseases, and that is ventricular enlargement.
The cor bovinum of aortic regurgitation, the enormous enlargement of the heart, which is the safest clinical guide to a diagnosis of adherent pericardium, the swollen heart of the rheumatism of childhood? in all these the greatest increase is in the ventricular capacity, especially in that of the left. Now if a portion of the ventricle be stretched C times in the course of a dilatation, the capacity of the ventricle will be increased C3 times, but the calibre of the mitral channel will be increased C2 times only.
More important still, the mitral ring will not even stretch C2 times, because it is mainly built up of firm, strong, fibrous tissue, which is less readily influenced by mechanical or toxic influences than is muscle. When the left ventricle is enlarged, therefore, its cubic capacity is increased more than the size of the mitral ring, so that a relative narrowing of the mitral opening is in this way established.
The diastolic murmurs heard at the apex in the conditions alluded to are, therefore, caused by vibrations in the blood as it is sucked into the expanding ventricle through a relatively small mitral opening. This conception is of importance in practice because it explains the disappearance of such murmurs, at any rate in children, under the influence of rest, and also the long interval that may elapse between the first appearance of such a murmur in a rheumatic child and the development of true mitral stenosis?if, indeed, the latter develops at all.
To summarise :?
In aortic regurgitation, early rheumatic carditis, and adherent pericardium, diastolic murmurs are heard at the mitral area.
In their principal features these murmurs are so much alike as to suggest a common mode of production.
Autopsy shows that in all three diseases such murmurs may occur without valvular mitral stenosis being present.
Probably in such cases the bruit is due to vibrations in blood sucked by ventricular diastole into an enlarged ventricle, through a mitral orifice not so much enlarged.
In the discussion following this paper. Drs. Neild and Edgeworth suggested the use of this theory to explain murmurs apparently presystolic occurring under similar conditions in the a.bsence of mitral valvular stenosis. With these suggestions I heartily agree. Possibly in such murmurs auricular systole plays its part, though not, I think, to the same extent as in the production of the presystolic murmur of true mitral stenosis.
